. These experiments were consistent with our solution studies in which Kar3Cik1-promoted MT depolymerization required ATP turnover (Figure 3) .
The use of polarity-marked MTs showed Kar3Cik1-promoted shortening from the MT plus end ( Figures  4D-4F) . We also evaluated dimeric Ncd to determine whether MT depolymerization was characteristic of other C-terminal kinesins. Dimeric Ncd also promoted MT shortening from the plus-to the minus end ( Figures  4G-4I) . The rates of motor-promoted depolymerization were similar for Kar3Cik1 (45 nm/min) and Ncd (53 nm/ min). In contrast, MCAK promoted MT shortening from both ends, and at rates significantly faster (>800 nm/ min) [15] .
For the polarity-marked MTs, we saw no examples in which Kar3Cik1 promoted MT shortening specifically from the minus end, although some MTs showed shortening from both ends for Kar3Cik1 and Ncd (Figure 4,  table) . In contrast, conventional kinesin K401 was not observed to shorten MTs (Figures 4P-4R) . We do not know whether the depolymerase activity of Ncd is biologically relevant because there are no genetic or cellu- served sequence in the kinesin catalytic core. In the ures 5A-5C). Figures 5D-5F illustrate an example of a polarity-marked MT with Kar3Cik1 localized to the plus absence of motor, there was very little nonspecific binding, resulting in low background fluorescence (Figend, Figures 5G-5I show Kar3MD bound to the MT lat- 
